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OMEXE[]

H g AAPgA FIEY 287}
AEZ AP vixl= 92

ZAgggtn o atad

ol

werEF MREo T AR

D8} AP A8Tte] dde] wEH ATE
AFFAGE EF F AFFAY 89 2Ho] A
A AFFE Y SoA sMesAEM EFHo=
olFolHm, 1 A AMAY TS| ALFA) WG
g 4 den AlrH agge A&Ygg 298 F
Aee A HJG? & ARl AvtzE 99
£ YoutAY dEadgo} dxy ol 9o At
zZ2A%o] Hg4HE Afoe AlFA n¥Ygel G
4 U3, AAFA LGS AAFA e A
EAEAe] oAE F7MA7]3, AR (stretching) #
Zo o8 A HH3E 2, AED HHE
Ze)] gAE R olg B oo diyARze HAE
agl: Qe 243 Bl o8 =39 M3t
2 AL7A v € dod 4 A

AR dAdiM = ndga AFHe] FAsPe] #A
£ wEled A8 7R ool Utk F dY &
Aol glojA Bel A B F£F7], o|gY), BFE F
dyctew st e 244% F71H HEE
AAGoME vAFold, AL7A ZAEA e
AH A 5 USE EEo|:, AE, 9%, AFo id
n#7 9astn, We nEYEd a4hge] a¥EYH
A ABA] AP 4P vH 5 V] Wi
LYo ARA Ay nAEe L TP
47 @op.

PG ARAY Aol o YNATY dgo
2 Brazy & 9@ 90 g MA@y @x 86
QoA £33 BAL B3 AT »d 271 ¥
o olg71dgte] 90 mmHg vlRbeIfd #AToA
a2 o4 BxEut =gvn ga®, Oldrizzi &
& thokg AAF B 423704 Ady Holay

C

Z BEE 108 APEEo] HFEol 100 mmHg
1o} @& g 96%°ly, 100-110 mmHg &
A A T4% 2 EolAil, 110 mmHg 23 A A
£ 974 48%9 B33 Q. 1 ¥ Northem
Italian Cooperative StudyslAE Z7|ARHoz]
Ao @2 AAG 71A ¥ Aol dAe @Y
xo ZE QAAEo] HANn¥Y Br) ¢ FaF I
€ ulAg, FFEYel 107 mmHg ]3¢ ¥R
gAA 7 JE AAEES BATT AP o
Aol A4Ee n¥ge] ARd Jgd mixE Fol
§ Age dolny] 8 AYPHAE FRAT 2¥
gto] ARA H&a FHo| gvke I4H SHME A
Fatsch

nESte] X8t A AW AAATEH F
2% ZAEg Frhe Aol £33 AAE AL 1994
WYX 9 Modification of Diet and Renal Disease
(MDRD)e] d7ZA7e gajrolt?. o] Aa7e Hg
A AAG @A 2FFY] FEEY g A
Aol Ay oz #FF dFE ITEN, din
7 8% 1 g ©o14el AAF{ XA e £FE
Ay EFEAQ 13585 mmHg B} & 125/75
mmHg (%€ EZYoz P& o Mg A
& =% F IEE BRAT. olF & EHY
gte] Ao e ARA APJA Fre VA 9y
= oujd o] Bd @XM oS FHEAS F ©
W7l 35 1 g ol #FabdlA e EREY A
A A7s #ga2 A G e olE FolA
% &% 3 g oldeoldud @AM JHF AFAVT B9
9tk & 5% 3 g oY A% diln #xeA
Auk ERHGS HHEH GFRol 1€ 13 mL/#
A7t Ztagd vd ¥e EZEY AFEANNE
1ide] 7 mL/E A% #Z4HUR, @ 1 g/d v
whe] A dn FRINE $& ST AH
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7t GFR Z42& Y3Fed A3E Rolx Eagrh
vt A 9w gl GFR @47 1de] 3-4
mL/E HER AA3] o|Fojxnz o] d79 #I
713 22d Ao 7L 7| nEY A8 o
€ GFR #4994 537t 34 B3 Yy
A @%E FE Y2, olF FANE Fe ExY
&g GFHsd AP NAFN YrhdE iy
718 ARIA ¥E 5w, 1 A9 ARE 59
g Y F dvhe F¢ 1edd A% dux @
AAME e ERHE DAdT FAdE Ao
A ol

S AFE B 18t ABA EREGS ©
Uyl Qe 39 130/85 mmHg W #oez® 1 g o
A Sert dE A Ee EEUYY 125/75
mmHg (MAP 92 mmHg) v|%toe g zdHse Aol
AfFdch & dejdoz AdMA £4 thdFE Az
g A E e ZRIEYE AFA A0)%9
#a Ad Z%e & F QDY o) BRdANE
GFRo] 34319 wtolatz Zhas7] Ao 270 A
B8 AzFsty A A8 =F £ o d?,

F1Z 919 MDRDY] dFojA LS FF7] ¢
3 Fojg Fu¥AdAe FFE enalapril, diltiazem,
olxAl FolNx, FnPYAY FH wE A%
A gA Zdd] dg TR 02 35X gt

SORAR SRO| CHE Al ZIO| ofx|

1. ACEH|H|

1) ACE{H|NI0f o)t Tty 2t49t AMRH
Ty oA

“ME3Z”" (renoprotection)® #HE A I

ACEYAIAZL 718 94 Mg T2 ACEYAA
o ARFFLL AdHolth, ACEJAAS] Nnsz
£ FAME By i & BELS A E
(1) A5A AYPqA9 dAdE YA+
19800 ¥l ACEAAZE A3e 723
&e A g ¥n¥gArtt e As
FERYAAY d¥nast Ay, 2 F g9
4 B 272 dBdTAM ACESAAZ Al
3 Bxdd A3 o vgudy AZ#VN
AFA A A 537t AoE Buvk YA
o3 A¥d zEn gEH FA A%

o oox b

1980ty FxtollE A Al ACEYAA <
g g dFREY oy AFH Fag dad
77 ABEHAJE o] F uPFua IANEL o
# F YNATFE ARy oy g

Giatras 52 Hlg9aHAd A g5 yaoez
@ 10-11 A7Ed o3 e &4 (ACE Inhibition
and Progressive Renal Disease: AIPRD study)&
8 ACEYAAZF g gndgdaing drjas
g9 AL AAed aHHoldvm Ry
o aeuh ACESAIA AT $37)/0)97)
Yol d=THEY 9.4/19 mmHgrb o 2kw B4
2 2 A9 A%Rd Y A aHyr ggzde
% 4EY = Advke 7HeA g8l ACE9AA
9] ol M8 A ade & ¢+ YU

## Maschio 59 benazeprile] A2HA o
vz 93 gt A7 (ACE Inhibition in Pro-
gressive Renal Insufficiency : AIPRI study)ol X%
benazeprilo] 253 & Ao} A7} Qo Sy
ZaoME v ZHHo|Y o benazepril TAAM E
FEY g 3 i ojhr|¥gto] © o}
2 Ao o ARH WY AAL gzAHe] &2
AA Dl Ao FAAX Y P FEL a4x] &
s]_giql']).

I % GISEN group®] REIN &+ (Ramipril Ef-
ficacy in Nephropathy)& F3 #3xA AlZFoA
9} ramipril &3E ZAleFEY ramiprlEd iz
wtel $&7)/019%7] Hbol o7t YALAE B
T3}l ramipril ¥elA GFR #4 £%7F weln @
W A0 dAEE BustdM ACE 9AlA7 8
¥ AL NE EFH o e a Fo o A
B3R dohs ARG w2a %A HY®.

A9 AFEN Y3 ACEQAAY ABH 8
QAEI}E 7IAGE wjdFe Fxo ua} g
Ehdt}h AIPRI dtolMi= o (subgroup) £4&
ol Mgy A3 ACEYAA ToA 7148
A ZdolEdAst 2wj2 F7hEAY Dy AR A
HE AY=st Z]AGY wjdgo] 3 g/d o)l A
+ 66%7F ZAHH, 1-3 g/9e 53%, 1 g/Y v
31%7+ Za®rh s’ AIPRD 97E H%% 2
& B4ed 29y wjdgo] B2 @A ACE
AAAS] o]Fe] B Z: 05-1 g/ 2T #x}
AT L7IARA N APl dujslA dolAr}
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3 SHYHY. REIN 9T E @ixs] AT e
olF BAoAM A% 2 FAHA =2 ddF
9YEE ik 15 g/Y oA A 747 28,
1.2 o]Qx (stratum 1), @¥x 7 g/4 o4, 45-
7.0 g/, 281 3.0-45 g/4 Aol 47 34, 2.1, 1.7
o]zt e v} (stratum 2), § ATEH vlATIA R
Wiy wjdako] e Aol ACEAAS] oHo]
9 ¢ $AsA’.

AF ACEQAAY Ndg 23 oA g ol
& 714 Bix dldo] B BRI o AL, vl
239 dily FAANE TGt AT, S} &
FolAY g A T AL ofF A
gt} AT Jafar 5 ACEQAIAS AFg 23 o
A AF7F 1A Gl wjAdFo] B FAeA ¢ 2

= Ae o]lE FAdA ACEGAA N o3 G¥ix
2 AEsl o 2] gEolaks AMAE wEEIT”.

(2) 99 A7 A

ACESAAIZL AMPA n¥HE FAAFIL ol
o8 ATFAY ANERAEH dF FAIE AA
oz 8% duwEe oiE FaAZPL & &8
Apojtt, HZoE AbrA AUMAESL Ang 1T 8
Ag 288 Yeke AMde] AWM, ACE
A A7t Heymann nephritiseld 17 BAl (filtra-
tion slit)s] W% o] 7NoJated? AFA S FAM
e AN, =3 FHolA ZO-19 AEEE o
oA A8y AEAoA nephrin® 2¥E
A3 gozM whlly ZAAFAE BRAUE AME
o) nuslm gp?,

gnE A AR Az AL
v, Had AMHeg: gm gt ¥l
og A&Ae 2P £ gon, FT2HEE AF
Well A o2 F/9 4 g I3 e 84
FNPoEN AAFY WYL NI F dos
Aol & ¢=A Qo

Bertani 5& AF7A ZAEEEE B8 oAad o
Hae NEAL 7 F o, A&t Ay 7
e AAEAT. olEE A4H | FIE
Z2A2E AFE /1A 82 F @¥urt o HE @
Aol ARAL Aol o Wmacke Ao,

AgAdMe AT ey AP FEED
el Be A7 AHRE] 3 o3 g¥o] Ax
B AXE AFFEE And AHHAZE SN

t}. oo} wa Ay FHoz FHFALAH § dF
A4 ER A FHAAE F¥2FH =l endo-
thelin-17, MCP-1®3% & chemokines, Z&lx
RANTES®, nitric oxide®™, TGF-£"¢ & ¥
249 Aol 718k ZHARF AXAA Hct
AAE ol BAEFe] WulHEW tdd dFA wE
7 4488 xYgch o FFL dix AN
Axd ANAZAN EHlEE cytokinesst ZHEA
ZAEE JZAZEA o5 AsgEn?,

A gnE o8 FF9 SHEIR 434
BAE 2f3 AAHY AP 2ANIFY, =
A a3 454 BEEAE 2AA, 454 AgY,
AR 25 182 o7 @d Fo] TgEth HAH
H giinoe RE OA 2 Aol EgH
9l FHEFA (membrane attack complex : C5b-
9)7} AT AHAE LA Mu=dst 3
o] 4ol zAE. AztEl 54 ADHe Axd
Am A Ee} A838te chemokine® FEFFHL FFA

£ AgoZ Aude 434 BeE ozt a9

7 dzg FE (FS) EE transferrint": fralata
7] (free oxygen radical) 4& A3 A= 3
AAEd 54 H3g dozitt 9#E insulin-like
growth factor (IGF-1)% A&AAe @¥lxe] &3
4= 3 mitogen 5 Ax® AWM X F4S 2
1 2 A Axddg AEg F Atk

AF HAgE ke FHE oI 54, 19

I 9434 BAEL ATPA 53] AR &e=

By g ©S A, C5b-9 FE, chemokines
d o3 f:¥ FFAE A, HE I #=€
AgAA7] Foll 98 Axd &8 dodn, o
o o A= AFUAREFH A€ IGF-1& A
¥ AVNAE F4& do74, TGF-84 endo-
thelin-1 & Axa zbdzAe Hi3eE 24
F Qlth

(3) @ix §ANM ACE A9 Ag3} a5}

Aol A AR ERL0] Y38 ACEHAAE enal
april, captopril, benazepril, ramipril®} & FAE
olt}h, o] YAEEL TYSE ACEHAAY AuE
242 ACEYQAAY class-specificdr A#A=2 IF
arh

ey ZAtolA ACEYAA Fo s HHY
AA ALAY REHE (20 g/A viwhet gxw
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3 (05 g/¥ WwhE FE37|= #ih, ACEQAA
FA2 d¥inr} ZAHE XM= AR A 23
o] AA=EY I¥R 2 FolE A% £
A% FYPdt. ACEAAA S duln s 5iE =
o 2-37049 Ty yehdth Hojoq mgA o)
E gAY gy b4 G35 SHATIEE dBH
o]t dasta, dulid Alge] Ego] g,

iy wjdPge] dd EEAE P 1 g myt
o] Af-Erh ol 24Xzt Sty WM Fo] | g wuk
2l Aol A GFR #44E7F 713 =@, gr)xe
25 AVFel oz FXHtiE Hd 24
o, o] BE @yd Bad ACEAAAY s3e
ramipril 3 g/4, enalapril® 5 g/¥, benazepril&
10 mg/%, capropril® 75 mg/¥ AR A%, @
Ax & ot ACEYAAY &FL 143
(23¢9 4-8u)oz 3= Ho) @iy Za 7
VRS AFHE FAAY A gd8A gk ey
dtel BRIV @HHAAT AFFY denr) A
SHE FAdME 4% FFE AEHE Fai 3
< ramipril& 5 mgolA Hul 20 mg7tA 453
A giad g ZHE #BFE I =24 3w
ramipril®] €%E FEUHE Yol d Jgo] gl
SHA Bl E Og AAFEE ACEQAAY &
FzdE 4k VFor AL AR g
& AAsr o,

ACEYA Al 2% vy Z2g73s 32t A
of Wt taA vehdd den B2 5yl g
= o] oAl digk AaAo] e AHolw AEA
9 AL =F7] M EUAL Fo} B A
o] Faslrh NA#Y FHd wEPdME ACEAAA
o g @l 7k gh3o] dErh NAE F g
ol ok AAFL ACEYA A} Wr-go] Fo} T
F Blno} 55-65% AL ZAHIL, [gA AZGAE
43% A= 749t ¥ FSGSY MGNOAE gl
I A&7t 24-27%2 E@F WA, o5 AFuUA
E JiQdel wet A Ao)E Rolw AR FAdA
£ 50% o3 vy #aE molrle o g
A 2oAMZ ACE #HAIEo] ACEAAA 9%
Sl ZHhol AEA A gL vy $ qloh
HZ REIN studyol <3hd DDHAAEAA I8
APrt ACESAIAY w¥lx #2fdet MRS &
B2t A% 58t dgeu? A% AEAE Hol

B @AM E o9 JiHE A gas
0% 834 dgde ACEYAAY tg 2 9
A g AR ZHch &n), £ Ang I B
e AW Ang 9 Aabo] ACEQAAS ARE
a7%g AR,

2) ACENIHI0f 28t Ang II &2 2RI}

Ang 119 M4l J|1H

Jafar 5& ACEAA7 n¥de] 2da chyy
#FHa Bdto] obd OE FLIHE BIHME A
9 YL At AdE Rasdn. oge
AIPRD <|7dd &xte] T EXo] opd sy 3
A ztzke] 4o tig 248 S8 ACEQAAZ A
Age wr)RHoR Ao g AYA Pl
FAEE HGAHA, o= ACEHAAY Wtz
3 @iy Zha 28] 97 Aorl% six\ul o]Ed|
A EHXE tF BAF FoE ACEGAA ALEA @
ZIARAY ¥t o Yonz ACEYAIAS 19
Zgol F7t2 ACEYAIAY %A 8 Ao #
a9 AYE AAEIGTE 97)edlE ACER A 9
g Ang I19] o2 A&A 710 AR go] B A
o2 Azt

Ang II= ZE3 a4F5 A4S 89, Mo
Y 2E3AY GE2HEQ Eug E§ Ao
AAAFE AN dge 4srzde I Laz
Abdoltt, dEAHES US FrkA-L B o
229 Adfse FJAUY 2193 Ang IE 7%
AFHE FHEAA ATAREGE doAg® ap
A nBUL AdER BA A EHAYL F
ZINZIE O A Axds 21 o A8 &3
A F i

Ang = 2 9 oAF 7Hx] A&y zLe 714
o PDGF, bFGF, TGF- 8, IGF, osteopontin,
vascular cell adhesion moiecule-1, PAI-13} &
QASS BHIANA MAE 243 by 2 MG
e Z2Ystq AFAASE dozd £ Qo E3
TGF- A1 ET-1& 234 $4e F7MA91x, A
Ao AFE FAYYL =3 AgY 2EH2E =
MG, & NOE H3NAAN "8B5Ee 238
i1, LDLY 43E B3 $933E 23A9H, g2
2 £3, MCP-1, cytokine® W@& Z7pAlzivt
NF-¢Be 2 XY 954 AsAGHAE 84
BtAIHA  angiotensinogen FHAE &3 Ang

A
g
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el M ZA38} 3, g §9 TNF-a 9 4%
A3 grUol 4L T3 oM RAFzE ¥
A NEde 2R

2. AT, W&H|
1) WelMl2late AR7IT0IM ACESIRIFISI

Hl@

ACEYAAS Ang 11 A18 &4 e (AT,
A 42t Ang 119 A& AAAY, Ang II
o] AT $&Ad g 28 dige=sm, Ang 1I
o 9% AT €4 A3FE FaANGE HdM
40| gloy chew e ®WIA FHE71He] Aol
ol Yt

R}, ACEdAAME bradykinin® £HE JAF2
24 bradykining& F7HAZIch ole] €& £ kA9
gt 7As 5l AEAW, dHeRE 34 AE
A ubg 713, HRAAA BF 5T A o}
vy sy ued e 23ge 2% & gt
Hoo AT, AZAE AT BASE 53 €8]
U Ao A bradykining F7HAH F Avke AM
o] ATy} HEAAY® 29> FA2 ¥y F
A pasged, 2 7 =7t ACEAA AN vl
nug Fxelx, YT o FHge] AFeME Yo
UeXE obg Rar.

E5, AT, 234 Ang I19] AT: &3 o
3 AL P B ol AT E€4%E T3l
NE ATl 98 da5rHaea 23 ZEe
o) A et

A, ACE®] & &A7F Ang 1T Aol #dd}
22 ACE JAAE Fosld% Ang II #4& €4
3 Aug 4 gdo o9 ##se] g FEUE K
A& A% A%e chymaseo|tF”. FolAME chy-
mase’t Ang II& AAY 4 dom® o7} sids
W aEge 2T 5 AE Ao A YA,
Argre)l 7% %3 homogenated] FEENA chy-
mase SAE7} 44 2AH7E AT AAN =3
oA o7t Ang I A4l 7ldFexEe EEDIT
gk} Alge) AlgolA chymase’t Ang 1T A 3
g2 nAcky ACEQAAET AT, A7} dd-
Stz e WAlA g Tt o E&HY ReE A
& % AT oiF olg FTHEUF AsE [
2% chymase-E0|dAA 5& o4 77t o ¥

2% Agelnt ,

npxjato 2 AT, A& 3¢ Ang IVE F7HA
713 ACESAAE Z2AZD AT, 2¥AE Ang
IVE Z7H1713 ATy $EAE B8 88 838 ¢
oAXN AT, BgAY Zgd 7|4 Aoz FHH
1% AT AlgdM AT, ZA9 azel @A
o] Ang IV/AT.9 d@d oigt £33 FAE o3
fich

2) NS snol RO ACERIMEIASY Ul

AT, AgAY ARFEI deliNE 4PFE =
doj A & LA deu, AgeME A2y Pl
A AT, gAY S8 ARZ ERE LI 2%
Fo R YAAT Boloh gz ARH 3l
M= ACEdAAS AT, A7 visd 53471 A
e BRE B Agd a3st leu azxg
o ME olo] AETWY A7t ofA gtk F ATy
A9 ACES Aol ARFZZEG it Afold) dig
Agz @ YFET Rae HgxEd AFEAME
BEoln By BAME oA gt

WA A AT, 28A7 ACESAA
o} nkasA 2 A A8 A ZHr} e Ao
2 AAFA T ol AYH winy JArEIE Ux A
FEY B i FokA fxte] g wmT gl
t}, A@Fo Aol Hollenberg 5& AT: Z¥A7}
chymase®] 2}3] AA4¥ Ang ol disidz 233t
o2 ACEAARY o AEFE F7/HAE 7HesA
o] &g Ao, n¥YG £ AFY B
o] ol8 AW 2 B Q7 A d3td ¢ %
2o AY¥F i adE o7t Y. Bl
a3 adge YAME 2719 &2FE IATFAME lo-
sartan®] #3t37] H2ER AH#E FolY enal
aprite 182 253AYY, losartan® captoprill
sl 4717k A@etciol gung 2AGAUY e
E AT, 284 ACEQGAATE of @A g A
FAA e e Fgol mWFd Xelrt Yvtk=
Bart dgovt A2 AEF galelx fiFE: A
gy A7 &ty F AT W wid A
EHE Holrt glE oz dEA AT?.

Bxgwdx AT, Z¥AE ACEQAART 713
oju} BHAAA ¥F T HALo] A, AR I
A4 ¥AH Ko 7171 gl olgj@ o]®=E ACE
AA A ] BFgo] EAZL Hol ACEAAAE A3t

-S 259 -



— A A2 E RS A2F 2002~

7] A8 Aol ATy ZFAZe diF] ALgol ¥
s},

3) ACEYHHIole] HEtew

ACESAAS AT, A4 ¥gaye olgxy &
AE ACE |9 Faol 93 4428 4 YU Ang
19 AT: +84 4% anx AT, 2847 Hag
4 I, kinin $7h} angiotensin' 7& B 4 ¢
A8 FsH &t NddciE Polh vk AT, 4
A ZASe] AT ZAgA 9 o2 Ao 43 7
AFctH AT A ACE dAA9 F7)71 &=
< FE Atk AA AlgelMe £ okA Hgayol
e A7 A8E AFHo|Aw WFagel gEay
Br} ¥ehga el oy Ba 90 ¢ 2 A
o2 nsn IO zeud g% Fr)dolm A
Y A7 Aok dAx, FAE YFaH ALg
< AdE @A s8] A= Aol HHsicin 3t
Fdrt. ¥#e9YA hyperkalemia®} Z& Rzge
ACEAA d=aye A99 vlsd Aoz dan
A3 FBAUHEAY AL T3 2L =8 2F8o o
AN E o}d A7 B5ET Aolth

3. HaREH

WA D AAE) 98 2He DdExaA
i ND-CCB (nondihydropyridine calcium channel
blocker: diltiazeme]\} verapamil)7} Ftt.

DihydropyridineAl®] CCB (D-CCB)& ©¥ix 7}
& B3t glu, o dgzde) g 2 4%
7] Estol 110 mmHg ool Ay 38 Q3] w
28 GBA7|n AFEe] AL I F U
% REIN 4794 D-CCBE 243j: a5
& FuEYAE B4sle AEET AL7A Ane
o Favt o W $AHYG®. a2z D-CCBE:
I¥Y ANEE A8 B "eF AE Adsae A
4317 &= Aol nigAsith 281 ACE AA A9}
ND-CCB9] #g8HL ol3 YAAT 471 Ja o
24T YA 398 gl A vEQYR
o oen A Zdv o AgE Bavh Qg

4. Olx=A|

ACEYAA Sola @il 2 EBE Aajd:
AEHo] (4% 2-3 g Na M)/t "asn, os}
ol A% WYY A olmAst $4 Hd

"t oA F furosemide’t HE VU, JkstH &
2ol A thiazide BT $-F3t2 (thiazide: ¥H =
HotE A7} 25 mg/dL ol4old AL 9L o
& 8ol (loop diuretic) Bth gto) A @alr] of
¥oltt. @ ADPKD @l olmAl:s @GEo Aae
dod 4 Qlo] Ay AYFEE 22 ¥}
€ Aol F1 Al GBATL BA3 a0,

SIa8 BXIOIM STRetRIO) AR ARR

GxEL Bl HHY wix ¢4 g
ARG, AFHL, B2, A4S JUA, £=
A2ERA, @:FH, 2¥W Fo) FEL HiE: F
HGEH XN8E AYsE Eave ted ge
@Al o g,

1A €34 o2 ACEAAALo|nAE AM4d
o
AL (234%F) ACESAA + LA

TTE §F (RIALFX2-+ QA
TTE £F (R LR X2-0)+ FEA T+ o] A

2974 1 ACE 9AAY olxAe] £3& Sa= A
Hu}E ND-CCBE 71t
LACEQi A A + o] %A+ ND-CCB —’

A& FAIE % dRAAE ACELA A o
A 9l clonidineo], WAEFAAE VoM W
Bt AvL, AYAZE SRow gF-13bekA) 7} 20}
2 Mddr}

o] GANME ZEAYo] G A] £ o]}
n¥S, 53] JEHyHe] opdx] YolHolop o,
olxA S *& FHFT.

3GA  4%A HEaYE AAFc
ACES A A] + o] #] + ¥l &} a}gk#)+D-CCB

Minoxidil
-1 kA
Clonidine

A AZE gAolA HAF Fudtale Aez
el 2 ARAL AY A QoA A =
8% BE9 gt
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